Non-convulsive status epilepticus induced by antidepressants  by Miyata, Hiroshi et al.
Seizure 1997: 6: 406-407 
CASE REPORT 
Non-convulsive status epilepticus induced by 
antidepressants 
HIROSHI MIYATA, FUMIO KUBOTA, NOBUYOSHI SHIBATA & AKIRA KIFUNE 
Department of Neuropsychiatry, Gunma University School of Medicine, Japan 
Correspondence to: Hiroshi Miyata, MD, Department of Neuropsychiatry, Gunma University School of Medicine, 
39-l 5, Showa-cho 3 Chome, Maebachi-shi Gunma 371, Japan 
We report on a 27-year-old woman of non-convulsive status epilepticus (NSE) very probably induced by antidepressants. She 
has no history of febrile convulsions, or epileptic seizures. There are no genetic factors for epilepsy in her family. As she 
developed depressive illness, she consulted a doctor. Clomipramine 25 mg IV drip/day and maprotiline 75 mg/os/day were 
started. Recently she began to doze, so an EEG was performed. Continuous generalized 2-3 Hz spike and wave complexes 
were observed. Clomipramine and maprotiline were stopped the same day, and the patient’s drowsiness gradually improved. 
There are some case reports of NSE induced by antidepressants. However, the patients in these reports had received frequent 
electroconvulsive therapy (ECT) and were middle aged and may have been affected by an organic brain disorder. The present 
patient was young, and had not received ECT. It is therefore very likely that antidepressants may have been responsible for 
the occurrence of NSE in this patient. It is concluded that NSE should be considered an adverse effect of any antidepressant. 
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INTRODUCTION 
Non-convulsive status epilepticus (NSE) is mainly 
manifested by disturbance of consciousness and pe- 
culiar EEG findings. The onset of NSE is even found 
in adults. Though epilepsy factors are important for 
the onset of NSE as a matter of course, there are some 
case reports describing that it is related to drugs, ECT, 
and organic brain disorderslm3, particularly in adults. 
In this report, we describe a case of NSE that was 
very probably induced by antidepressants. 
CASE REPORT 
One year ago a 27-year-old-woman suffered from a 
depressive condition for 2 months. The patient was 
born normally and there were no developmental prob- 
lems and no history of head injury, febrile convul- 
sions, or epileptic seizures. The mother of the pa- 
tient is under psychiatric treatment for depression, but 
there are no genetic factors for epilepsy in her family. 
At onset, she experienced insomnia, loss of appetite, 
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and loss of weight, and she could not think logically. 
She manifested an emotional disturbance that led to 
an examination in the Department of Psychiatry of 
Gunma University. She was treated with sulpiride and 
her anorexia remitted, but a hepatic dysfunction oc- 
curred. 
She was admitted to hospital 2 months after on- 
set (day 1). Her height was 161 cm, her weight was 
40 kg, and she had no abnormal neurological find- 
ings. Blood and biochemistry studies yielded moder- 
ately high GOT, GPT, and LDH values. CT and MR 
examinations of the head were unremarkable. Basic 
EEG rhythms showed rhythmic 8-9 Hz alpha waves 
at the vertex and occiput with no intermingled slow 
waves. Her depressive condition persisted. 
The patient was observed by treating her with 
hypnotics alone starting at the time of admission. 
The patient’s hepatic function improved and her de- 
pressive condition improved slightly. She began to 
feel consciously guilty without cause from day 18 
onward, and her depressive condition worsened. 
Clomipramine 25 mg/day by IV drip and mapro- 
tiline 75 mg/os/day were started on days 20 and 
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Fig. 1: An EEG on day 27. 
21, respectively, and followed by gradual improve- 
ment of her depression on day 22. However, start- 
ing on day 25, she frequently dozed in bed in the 
morning. She was woken by calling, even while doz- 
ing, and, when questioned, mostly gave correct an- 
swers. On day 27 she continuously dozed in bed and 
replied to questions incorrectly. Her speech was also 
affected, and an EEG was performed. The EEG record 
is shown in Fig. 1. Continuous generalized 2-3 Hz 
spike and wave complexes (SWCs) were observed. 
Clomipramine and maprotiline were stopped the same 
day, and the patient’s drowsiness gradually improved. 
No positive therapy, for example, intravenous injec- 
tion of diazepam and administration of valproate, was 
administered, but the patient spoke clearly and her 
drowsiness was resolved by day 29. The antidepres- 
sant was then discontinued for 2 months. Her depres- 
sive condition persisted during this period, and sev- 
eral EEG examinations were performed, but failed to 
yield any abnormal findings. There was no decrease 
in the level of consciousness. 
DISCUSSION 
The present patient was diagnosed as having NSE 
because she had a twilight state associated with con- 
tinuous occurrence of generalized 2-3 Hz SWCs on 
the EEG. Because the patient developed NSE imme- 
diately after the antidepressants were started and im- 
mediately improved when administration of the anti- 
depressant was stopped, antidepressants were consid- 
ered to have induced NSE. 
Generally, NSE is a status epilepticus caused by 
an absence seizure or a complex partial seizure. Pe- 
tit ma1 status (PMS) is a term proposed by Lennox4. 
This term implies petit ma1 lapses in rapid succes- 
sion and, more often, a prolonged state of impaired 
consciousness with sluggish mentation or stuporous 
behaviour that must not be regarded as a prolonged 
petit ma1 absence. The EEG is almost always a gener- 
alized synchronous 3 Hz spike-wave activity for the 
duration of the status. In complex partial status epilep- 
ticus (CPSE) disturbance of consciousness is stronger 
than PMS, and CPSE almost always presents with 
automatism. The EEG findings of CPSE always have 
focal abnormalities in the interictal period. Through- 
out the duration of the status, focal or generalized 
slow-wave activity is common, but generalized syn- 
chronous spike-wave activity is found rarely5. On 
the other hand, Niedermeyer et al6 advocate a term 
spike-wave stupor (SWS). SWS is a condition similar 
to PMS. They enumerated the following points dif- 
ferentiating SWS from PMS: (1) the main symptom 
of SWS is a psychomotor blunting with slight dis- 
turbance of consciousness; (2) the EEG has centren- 
cephalic SWCs with irregular frequencies; (3) half of 
the SWS patients are adults. The present patient was 
an adult who manifested slight disturbance of con- 
sciousness and 2-3 Hz generalized SWCs with irreg- 
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ular frequencies, and had no focal abnormality in the 
EEG. Thus, it might be best to diagnose the patient 
as having SWS based on Niedermeyer’s criteria. But 
SWS is not always a general term and the border line 
of the three is not clear. We have, therefore, diag- 
nosed her as having NSE, which is a more inclusive 
concept, though we think that it may be appropriate 
to diagnose this patient as having PMS. 
According to some reports, psychotropics and in- 
domethacin are drugs that sometimes induce NSE3. 
Among antidepressants, Rump1 er al7 and Uwadaira 
er al 8 have reported amitriptyline and a multiple-drug 
antidepressant preparation, respectively, as drugs 
causing NSE. However, the patients in these reports 
received frequent electroconvulsive therapy (ECT) 
and were middle aged, i.e. they were in their 5Os, and 
may have been affected by an organic brain disorder. 
The present patient was young (27 years old), and 
had not received ECT. It is therefore very likely that 
antidepressants may have been responsible for the oc- 
currence of NSE in this patient. Clompiramine and 
maprotiline are known to sometimes induce epilep- 
tic seizures accompanied with convulsion. Therefore, 
it can be considered that these two drugs can induce 
NSE. We could not determine which drug contributed 
to the NSE more, because both drugs were adminis- 
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tered and stopped almost simultaneously. It is con- 
cluded that NSE should be considered an adverse ef- 
fect of any antidepressant. 
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